cat), feline infectious peritonitis virus (two cats), and feline herpesvirus type 1 (two cats) corresponds well with the average prevalence of the respective infections. Finally, a spongiform encephalopathy could be excluded histologically. On the other hand, in accordance with the investigators of the cats in Sweden (10) , an indirect immunofluorescence antibody assay showed the presence of antibodies to Borna disease virus (BDV) in the sera of the diseased cats. The titers ranged from 1:20 to 1:640.
Borna disease, a progressive encephalopathy of horses and sheep, occurs sporadically in certain areas of Central Europe (6, 8, 12) ; recently, the infection has also been reported in cattle (1, 4) . In recent months the causal agent has been identified as a negative-, single-stranded RNA virus (3, 5) .
Despite the striking serological evidence for a BDV infection in cats with ''staggering disease,'' all attempts to demonstrate BDV, viral antigen, or viral sequences in the feline brains have failed: infectivity assays in rabbit fetal brain cells, immunofluorescence and immunohistology (with monoclonal antibodies as well as polyclonal antisera), a Western blot (immunoblot) for antigen detection, and BDV PCR showed negative results.
Experimentally, rabbits are highly susceptible to infection with BDV. We therefore inoculated laboratory rabbits i.c. with homogenates of brain from the affected cats. During an observation period of 4 months, the rabbits remained clinically healthy; rectal temperature, blood cell counts, and differential blood cell counts were normal. In particular (in sharp contrast to the picture after the inoculation with BDV isolates from horses and sheep), the rabbits showed no signs of central nervous system disorders and no histological lesions. Nevertheless, the rabbits developed BDV-specific antibodies (titers, 1:20 to 1:80).
Intriguingly, antibodies to BDV have been reported in humans with psychic disorders (14) . In attempts to isolate BDV, cerebrospinal fluid from seropositive patients was inoculated i.c. into rabbits. As with our ''staggering disease'' rabbits, these rabbits also remained clinically normal and showed no histological alterations, but they developed BDV-specific antibodies (13) . It is therefore possible that the causal agents of Borna disease, ''staggering disease,'' and perhaps certain mental disorders in humans are related viruses with different properties. Nevertheless, identification of the virus that is the etiologic agent will be necessary to verify this hypothesis.
